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Study on the Change of STC—1 Gene Expression after Differentiation of
Acute Myeloid Leukemia Cells
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W E:sBuMemita hm(AML R LK b F o) F R ALT KRR TR G mItER, L1200 TLRNE
LmpitdE s FANFATRAL, ATRERFFTERAROARNETREEXTRZGER, FATAES KK A
WAFRE ., TRORABLY TG T FREHY FHESFAFHELEY, LR @B G B (AML) T, 5 # L9 4R
LEFRGR;TZER . FrRAFERFELSEAHRAGY AR RFEGLT AR T ARG F®E T @,
AETERHRAD Y, BaT0SFHSFHIFEEL PML—RARa t(15; 1) 5 @& LB . FLT3—ITD £ A/ T4 LK,
IDH1/2 ¥ &R E . ABEWT—1FEEARXARN, BT L2 WI—1 ABN. FERIW O hmsrra R A LA 2B RINX
AWM EE AL —, A, BMABETL2RFHEMG hBhmMtk NBL, £ASHTT 2RAXETRGFF 5L, BTN
KEFHMH AN STC—1 AR EAXIA G, AFRERA#ME, XA RT-PCRYZARGRARTFHFTTH-FHEL. #
Z e H IR STC—1 A B Rk A6 & T o MALIRBRE .,

Absrtact: Acute myeloid leukemia (AML) is a cell disease in which a heterogeneous population of clonal hematopoietic stems
has different sensitivity to chemotherapy. The main molecular pathogenesis is related to changes in cytogenetics and molecular
biology. Among them. genetic abnormalities play a vital role in the pathogenesis of diseases and can be used as clinical biomar-
kers. It mainly includes disease diagnosis, guiding treatment, prognostic judgment., and evaluating curative effect "', In acute
myeloid leukemia (AML), a variety of biomarkers have been widely used clinically, and some indicators play a role in guiding
patients to use new drugs, to conduct individualized or precise treatment, or to reduce chemotherapy—related toxicity. Played

1. The current specific molecular indicators are mainly fusion genes such as PML—RARa t (15; 17), in-

an important role '
sertion/repetition genes such as FLT3—ITD, point mutations such as IDH1/2, and overexpressed genes such as WT—1. In
addition to the above— mentioned WT—1 gene, finding new leukemia— specific universal genes is one of the key directions at
home and abroad. For this reason, we chose the acute promyelocytic leukemia cell line NB4, and conducted all— trans retinoic
acid in vitro differentiation. Through chip differential analysis, we found that the expression of STC—1 gene increased. On

this basis. this study used RT—PCR to further study the expression level of this gene. Hope to provide a basis for exploring

the value of STC—1 gene expression in clinical.
KB 20BM A0 0B STC—1 AR F$FH1K
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